The presence of an acute necrotizing arteritis with fibrinoid necrosis in a surgical or biopsy specimen is usually considered indicative of a diagnosis of polyarteritis nodosa with its attendant poor prognosis (Frohnert and Sheps, 1967) . The concept of a focal arteritis localized to one organ and producing no symptoms has been increasingly recognized since its first description in the appendix by Plaut in 1932. Subsequently a similar lesion was described in the gallbladder (Bohrod and Bodon, 1970) and an arteritis localized to the skin is also recognized (Ruiter, 1958) although some cases may only be a variant of polyarteritis nodosa in which skin lesions precede the systemic manifestations by a number of years. Isolated asymptomatic necrotizing arteritis has not been recorded in the uterine cervix although Plaut records occasionally instances elsewhere in the female genital tract in his later publication (Plaut, 1951) .
Materials and Methods
A search of the records of the Hammersmith and Addenbrooke's hospitals revealed 10 cases in which an acute necrotizing arteritis was present within the uterine cervix. In the majority of cases only paraffin blocks of tissue were available for study but in five cases the entire uterus had been preserved and the whole cervix could be examined histologically. Arteritis was considered to be present when fibrinoid material and inflammatory cells were present in either a portion or the full circumference of the Patalano and Sommers (1961) noted uterine lesions in six of 17 necropsied cases of polyarteritis nodosa but no report has yet been published describing specifically arteritic lesions confined to the female genital tract. The possibility that acute necrotizing arteritis might be asymptomatic and localized to one organ was first proposed by Plaut in 1932. He later published a series of 88 cases in which an acute arteritis was discovered as an incidental finding in surgically removed appendices (Plaut, 1951) . It was perhaps misleading to call his cases asymptomatic as many would have had abdominal symptoms which led to laparotomy and removal of the appendix. Some justification for the use of this term is found on considering the incidence of arteritis in those with a microscopical diagnosis of acute appendicitis, nine of 2282 and those without this diagnosis, 79 of 4292. Plaut also found four cases of acute arteritis of the appendix amongst 107 necropsies in which this organ had been examined. Similar difficulties arise when considering arteritic lesions in cholecystectomy specimens, for whilst the gallbladder was macroscopically normal in the first report of polyarteritis nodosa affecting the gallbladder (Massachusetts General Hospital, 1947 ) the patient had multisystem disease at the time of publication. However, Bohrod and Bodon (1970) have recently described four patients with acute arteritis in cholecystectomy specimens who have remained well on follow up.
The skin is affected in approximately one quarter of cases of polyarteritis and on occasion may be the only organ affected both at the time of presentation and on subsequent follow up (Lyell and Church, 1954) . Ruiter (1958) subdivided the arteritides localized to the skin into those affecting arteries of the dermis and those affecting the muscular arteries at the border of the dermis and subcutaneous tissue.
None of our patients has developed signs or symptoms of polyarteritis nodosa and the condition may thus be labelled asymptomatic arteritis. The microscopic picture of prominent subintimal hyaline deposition, paucity of eosinophil and neutrophil polymorphs, and lack of thrombosis, aneurysm formation, or infarction differs considerably from the classical picture seen in polyarteritis nodosa (Arkin, 1930) . It is of considerable interest that the histological picture in our cases is almost identical with that described in the appendix by Plaut although Bohrod and Bodon's cases of asymptomatic arteritis of the gallbladder had aneurysms and a considerable eosinophil infiltrate. A knowledge of those organs of the body in which asymptomatic arteritis may occur is of importance both to prevent unnecessary therapy and to avoid misdiagnosis in the future (Massachusetts General Hospital, 1973) .
The aetiology of polyarteritis nodosa is still problematical. It is usually considered to be due to hypersensitivity, this thesis being supported by its association with asthma, eosinophilia, and drug hypersensitivity and the similarity to the arteritic lesions seen in serum sickness. More recently immunoglobulin and complement have been demonstrated in the lesions of polyarteritis nodosa, and Gocke, Hsu, Morgan, Bombardieri, Lockshin, and Christian (1970) have demonstrated that there is a significant association between polyarteritis nodosa and Australia antigenaemia and in one case found hepatitis-associated antigen (HAA) in the arterial lesion as well as immunoglobulin M and the third component of complement. They pointed out that only a minority of cases of arteritis had HAA. Nevertheless the implication that similar types of mechanism could be involved in other cases is inescapable. In a proportion of cases of cutaneous vasculitis identification of a bacterial antigen that could be responsible for the lesion has been achieved (Parish, 1971) and the question now arises as to why immunological damage should affect specific groups of vessels to the exclusion of others.
It has been proposed that the damaging effect of vasoactive amines on endothelial cells may predispose to localization of complexes at that site (Kniker, 1972 
